radiotherapist declined to treat this patient as radiotherapy is not of proven value in EMPD and would have led to severe discomfort. A limited trial of cryosurgery was therefore commenced as all the lesions were in a macular phase with no apparent lymph node involvement. However, one month after commencing cryosurgery, recurrence of the previously excised tumour in the right groin led to a second surgical opinion culminating in excision of all affected areas. The patient was still free of disease six months after surgery.
Discussion
EMPD was described by Crocker in 1889, and is usually only correctly diagnosed following histological examination of a biopsy specimen. The clinical differential diagnosis includes superficial fungus infection, eczema, leukoplakia, Bowen's disease and superficial basal cell carcinoma (Jones et al. 1979 , Sanderson & MacKie 1979 .
The pathogenesis of EMPD is uncertain. Jones et al. (1979) concluded that EMPD usually starts in the epidermis as an adenocarcinoma and extends from·there into the adjacent epithelium of hair follicles and eccrine sweat ducts, with only occasional cases showing further spread into the dermis. They considered that EMPD only rarely results from the direct extension into the epidermis of an adenocarcinoma from an adjacent organ, such as the gastrointestinal or genitourinary tracts, and did not believe that EMPD is analogous biologically to mammary Paget's disease in which an origin in breast ducts is usually seen. These views contradict the more traditional explanation of the pathogenesis of EMPD in which it is postulated that, in a significant number of cases, secondary spread occurs into the epidermis from an adenocarcinoma arising from a subjacent sweat gland (Lever & Schaumburg-Lever 1975 , Sanderson & MacKie 1979 , Wallace & Hyman 1979 .
The treatment of choice for EMPD is surgical excision of the affected areas (Jones et al. 1979 , Sanderson & MacKie 1979 , Wallace & Hyman 1979 . Paget cells may extend horizontally within the epidermis beyond clinically obvious EMPD (Jones et al. 1979 ) and thus, if local recurrence of the disease following excision is to be avoided, multiple punch biopsies taken from the periphery of lesions of EMPD prior to surgery would be useful in more clearly delineating the extent of horizontal spread of the disease (Jones et al. 1979) . The depth of excision and the need to remove adjacent lymph nodes depends on the degree of spread of the process and clearly, in appropriate circumstances, every effort should be made to identify an underlying malignancy. Hairy cell leukaemia (HCL) is a rare disease comprising 2% of all leukaemias. Ninety percent of patients present with hairy cells on peripheral blood film (Golumb et al. 1978) , but the diagnosis is confirmed by the identification of hairy cells on bone trephine biopsy. Here we report a case of HCL presenting as aplastic anaemia in whom there was a 19-month interval between the onset of marrow aplasia and the production of peripheral and marrow hairy cells: this is a previously unreported finding.
Case report
In December 1979 a 47-year-old, previously well insurance broker was admitted to' hospital with a IO-day history of an influenza-like illness and pyrexia of 38°C. Physical examination was otherwise normal, in particular there was no palpable spleen or lymphadenopathy. Investigations showed a haemoglobin (Hb) of 9.6 g/lOOml with a raised mean corpuscular volume (103 fL). The white cell count (WBC) was reduced at 1.4 x 10 911 with a relative neutropenia (32%). He was intensively investigated for a pyrexia of unknown origin with negative results, but bone trephine biopsy demonstrated extreme hypocellularity thus establishing the diagnosis of aplastic anaemia ( Figure I) . More direct ques- Figure I . Bone marrow cell hypoplasia tioning revealed that he took the occasional phenylbutazone tablet before playing golf.
He recovered quickly and remained asymptomatic with a stable blood count (Hb on average II gllOOml, WBC 2.5x 10 9/1) until April 1981 when he was readmitted with a pyrexia of 40°C and right middle lobe pneumonia. Investigations revealed Hb of 7 gilOO ml and WBC 0.5 x 10 9 /1. Extensive cultures of blood, sputum and throat grew no pathogens, however the fluorescent antibody test against Legionnella pneumophila was positive 1/64. Bone trephine biopsy again showed extreme hypocellularity. He failed to respond to intravenous penicillins but slowly recovered when the antibiotics were changed to intravenous erythromycin and gentamicin.
In July 1981 a routine blood film revealed 13% hairy cells (on white count differential) confirmed by tartrate-resistant acid phosphatase positive staining. A further bone marrow trephine showed the appearance of profound hypoplasia and replacement of normal haemopoietic elements with hairy cells. The diagnosis of HCL was therefore confirmed 19 months after initially presenting with aplastic anaemia. The patient has since remained asymptomatic and on no specific treatment.
Discussion
HCL is often misdiagnosed initially because the cells, being difficult to identify, are mistaken for those found in Iymphoproliferative disorders such as chronic lymphatic leukaemia and Hodgkin's disease; however HCL is an important disease to diagnose as the natural history is so different from its more common counterparts. Moreover, the changes within the bone marrow can be patchy and missed on bone trephine biopsy. This is unlikely to have been the case in our patient, however, as he had two negative bone trephine biopsies before the diagnosis of HCL was made. Brearley et al. (1979) described 3 cases of. HCL who presented with hypoplastic bone marrows but with hairy cells present. They postulated that 0141-0768/83/050428-02/$01.00/0 the hairy cells themselves exhibit a cytotoxic effect within the bone marrow.
It is also interesting to note that our patient developed Legionnaires' disease. This illustrates the tendency of atypical infections to complicate HCL, and indeed infections account for more than 50% of the mortality. Berlin et ·af. (1980) have described 3 cases of Legionnaires' disease occurring in HCL. It has been postulated, therefore, that there is a defect in cell-mediated immunity in HCL, but this has not been confirmed by clinical studies (Mackowiak et al. 1980 ).
Panniculitis mimicking Degos' papulosis '
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A case is described of an 8-month old infant with a symptomless eruption which was clinically indistinguishable from Degos' atrophic papulosis, but which was shown histologically to be a panniculitis.
Case report
The patient, a female infant aged 8 months, had a normal birth and development. From the age of 2 months she was noted to have developed about 20 apparently symptomless lesions on the trunk and limbs. The lesions were of two types: the majority were porcelain-white macules, 3-5 mm in diameter, with an adherent scaly surface, a surrounding rim of deep erythema and underlying induration ( Figure I) ; the others, sited mainly on the back, were small, depressed, firm subcutaneous nodules, rather more readily felt 
